chronic renal failure who were established on dialysis programmes was 18-1 to 57-3 mEq/hr with a mean rate of 33-6. The peak acid output of patients with stable chronic renal failure not on dialysis are compared with the preceding groups in the Figure. The final problem is to consider the reality of the appearance of hyperacidity with establishment of dialysis (see Figure) . Not only the phenomenon but the mechanism demands investigation. If the raised serum gastrin level as a result of loss of renal metabolism of that peptide is not the source, as doubted by Korman et al. (1971 Korman et al. ( , 1972 , one must consider the role of calcium. Serum calcium levels seem well related in some cases to gastric activity (Barreras and Donaldson, 1967) , but the reliability of this association is questioned by the data of Gordon et al. (1972) . It is, however, well recognized that there are areas of calcium and bone metabolism which are a complete enigma (Kerr and Hocken, 1971) , and this line of investigation is being pursued.
chronic renal failure who were established on dialysis programmes was 18-1 to 57-3 mEq/hr with a mean rate of 33-6. The peak acid output of patients with stable chronic renal failure not on dialysis are compared with the preceding groups in the Figure. Discussion This study was provoked by three abnormal barium meals undertaken for gastrointestinal symptoms in patients on longterm dialysis. Among the remaining 13 patients on long-term dialysis three more were found to have abnormal barium studies. "Uraemic bleeding" from the gastrointestinal tract is recognized in renal failure. The excessive occurrence of peptic ulceration is not, and where anecdotally acknowledged (Hadjiyannakis et al., 1971 ) is said to be avoidable by "adequate and prompt haemodialysis." Peptic ulceration is a recognized and documented problem of renal transplantation (Moore and Hume, 1969; Hadjiyannakis et al., 1971) but obviously the immunological aspect clouds the picture. The only opinion which was based on investigatory evidence (Wiener et al., 1969) denied an increased incidence of chronic duodenal ulceration in patients receiving long-term dialysis.
Both direct and indirect peptic secretory studies in renal failure are not without ambiguity, but do not suggest an abnormally increased rate of gastric secretion either under normal circumstances or with histamine (Fillastre et al., 1965; Kiil and Enger, 1968) , betazole (Goldstein et al., 1967; Schupak and Ferayorni 1968) , or pentagastrin (Gordon et al., 1972) The final problem is to consider the reality of the appearance of hyperacidity with establishment of dialysis (see Figure) . Not only the phenomenon but the mechanism demands investigation. If the raised serum gastrin level as a result of loss of renal metabolism of that peptide is not the source, as doubted by Korman et al. (1971 Korman et al. ( , 1972 , one must consider the role of calcium. Serum calcium levels seem well related in some cases to gastric activity (Barreras and Donaldson, 1967) , but the reliability of this association is questioned by the data of Gordon et al. (1972) . It is, however, well recognized that there are areas of calcium and bone metabolism which are a complete enigma (Kerr and Hocken, 1971) , and this line of investigation is being pursued.
Introduction
The recently described latex agglutination test for the detection of Australia or hepatitis-associated antigen (H.A.A.) (Leach and Ruck, 1971; Fritz and Rivers, 1972) Table. The agglutination titre was much lower with the latex H.A.A. reagent than in the tube latex test for rheumatoid factor; probably differences in the species and degree of denaturation of the globulins, and in sensitivities of tube and slide tests, account for this. Partial adsorption of rheumatoid factor from the sera or heating to 56°C and subsequent mercaptoethanol treatment, greatly reduced agglutination of the anti-H.A.A.-coated latex particles; also activity was shown in the fractions containing purified rheumatoid factor. Sera from persons without rheumatoid arthritis were negative when examined for latex agglutination, and all sera were negative in the countercurrent immunoelectro-osmophoresis test for H.A.A. (see Table) .
Rheumatoid factor has been claimed to mask the detection of H.A.A. by countercurrent immunoelectro-osmophoresis (Ziegenfuss et al., 1972) . Accordingly the sera were tested by this method after heat and mercaptoethanol treatment, and also after mixing untreated rheumatoid sera with an equal volume of H. A.A.- Bennett and Bailey (1971) 
